techniques include lumbar peritoneal shunting or subtemporal decompression, both of which are major neurosurgical procedures; lumbar peritoneal shunts also have a high failure rate. Optic nerve sheath decompression is probably safer and simpler and has been shown to preserve vision in papilloedema of different aetiologies (Kaye et al. 1981 , Keltner et al. 1977 . Early surgical intervention carries the surgical risks of optic nerve damage in a disease which may resolve spontaneously, whereas late intervention may allow optic atrophy with irretrievable visual loss. Serial perimetry and visual acuities help determine the necessity for intervention, but the exact timing is controversial.
The mechanism of action of optic nerve sheath decompression may be by a lowering of intracranial pressure due to CSF leak from the dural window into the orbit. Filtering fistulas have been demonstrated following optic nerve sheath decompression for papilloedema, and bilateral resolution of papilloedema following unilateral optic nerve sheath decompression has been reported (Keltner et al. 1977) , which would support CSF leak as a mechanism of action.
Our case showed unilateral resolution of papilloedema following unilateral optic nerve sheath decompression, with no postoperative fall in CSF pressure. This suggests a local decrease in pressure on the optic nerve head as the mechanism for resolution of papilloedema. Hayreh (1968) and Davidson (1969) have reported obliteration of the optic nerve dural window and adjacent subarachnoid space by fibroblasts following optic nerve sheath decompression. Such obliteration would prevent transmission of raised intracranial pressure along the subarachnoid space to the optic nerve head, and this is the probable mechanism for the resolution of papilloedema and field defects in this case. The incidence of bacterial and viral infections in patients with sarcoidosis is no greater than that in the general population. Fatal herpes simplex infection in sarcoidosis is rare. We describe a patient with pulmonary sarcoidosis who died of extensive herpes simplex infection.
Case report A 63-year-old woman was admitted with severe dyspnoea, fatigue, and muscle weakness. The shortness of breath had started 18 months previously, and initially was present only on exertion; by the time of admission, the patient was markedly dyspnoeic at rest.
Physical examination revealed a thin, alert, tachypnoeic woman, 5ft 3in (1.6 m) tall and weighing 107 lb (48.2 kg). Pulmonary second sound was loud and a grade III/VI systolic murmur was heard at the pulmonary area. Minimal interstitial infiltrate was seen on chest X-ray. Lung function tests disclosed a vital capacity of 1.44 litres (47% ofpredicted normal). The diffusing capacity for carbon monoxide was 6.0 (33% of predicted normal). An arterial blood gas study included a pH of 7.39, a Pco2 of 44 mmHg and a Po2 of 75 mmHg. On exercise, the Po2 fell from 75 to 55 mmHg. Cardiac catheterization recorded the pulmonary artery pressure of 80/42 mmHg. Multiple non-caseating granulomata consistent with the diagnosis of sarcoidosis were seen in open lung biopsy specimens (Figure 1 ). Acid-fast and fungal stains and cultures of the lung tissue revealed no organisms. Postoperatively the patient developed severe hypercapnia. Prednisone 60 mg daily was started, and she was ventilated by an MA-1 ventilator. It was thought that the co2 retention was due either to granulomatous involvement of hypothalmus or to sarcoid myopathy, or both.
The intercostal muscle biopsy specimen showed nonspecific inflammatory reaction. No granulomata were seen. Muscle enzymes were normal. The high-dose prednisone improved neither the dyspnoea nor the muscle weakness. Chlorambucil 6 mg daily was added and prednisone was slowly tapered off. After six- weeks of therapy the chlorambucil was discontinued. The patient had developed Candida infection of the throat, fever, leukocytosis, and a shift to the left. Sputum and blood cultures were negative. The patient was treated conservatively. After a few days, she died of respiratory failure. Autopsy was performed. Liver showed subcapsular and parenchymal nodular lesions; lungs were congested with some areas of consolidation and necrosis. Microscopic examination revealed suppurative necrotizing pneumonia without confluence. The neutrophil reaction was minimal. Alveolar lining cells showed deep eosinophilic hyaline inclusions with peripheralization of the nuclear chromatin. The liver, spleen, and adrenals also revealed herpetic infection with necrosis. The oesophagus showed candidiasis and herpes infection. The patient had died of systematic herpes infection of the liver, lungs and adrenal glands (Figures 2, 3 and 4) .
Discussion
Mild and self-limiting herpetic infections are common in the general population. Severe herpes infections occur with increased frequency in individuals with impaired cell-mediated hypersensitivity. Delayed hypersensitivity is a feature of sarcoidosis. It would therefore seem likely that patients with sarcoidosis would be more susceptible to severe viral infection, but this is not so. In a prospective study of 122 sarcoidosis patients, Winterbauer & Kraemer (1976) found that the incidence of viral or bacterial infections was no higher than that in healthy controls. Sweeney & McDonnell (1979) reported the occurrence of herpes simplex encephalitis in a 33-year-old woman with untreated sarcoidosis. However, the patient showed no' evidence of herpetic dissemination. It is unlikely that herpes dissemination in our patient was due to defective cellular immunity secondary to sarcoidosis.
A high incidence of sever herpetic infections has been noted in immunosuppressed cardiac and renal transplant recipients. Kataria (1980) reported that 2 of 10 patients with sarcoidosis, who were treated with chlorambucil, developed herpes zoster. In one patient the rash was localized and subsided; but the other, who had extensive herpetic involvement, died suddenly. The cause of death could not be deterniined.
We believe that in our patient the occurrence of fatal herpes simplex dissemination was related to immunosuppression caused by chlorambucil rather than sarcoidosis. Since the role of immunosuppressive therapy in the management of sarcoidosis is not clearly defined, it is recommended that the risk from sarcoidosis must seriously be weighed against the toxicity and potentially fatal complications of immunosuppressive drugs.
